There was a bilateral shrinkage of the striatal parenchyma and an enlargement of the lateral ventricles apparent in both the animals that received bilateral KA lesions and the animals that received the KA striatal lesion followed by an ipsilateral neonatal striatal transplant and a contralateral striatal KA lesion (see Figure 1 ). In the experimental group, animals received a neonatal striatal transplant into an unlesioned striatum using the same coordinates and procedures as in the previous experiment. Immediately following the sham transplant these animals received an injection of KA (10 nmol) into the contralateral striatum. All animals in this experiment received the same post-operative treatment as in the first experiment.
In the second experiment all animals in both groups demonstrated both barrel rotations and seizure activity in the immediate post-operative Figure 2 .
In the present study we demonstrated that the transplants either alone or in conjunction with a lesioned striatum failed to protect against the lethal effects of KA injected into the stfiatum, the syndrome of aphagia and adipsia, and the histological changes also associated with KA lesions of the striatum. We found that the experimental protocol reported by 
